Complex bidirectional interactions between host social behaviour and infectious organisms (parasites) can be mediated by alterations in host glucocorticoid 'stress' hormones. As a result, an animal's social behaviour may affect its susceptibility to parasitism, and its infection status may influence its social behaviour. Our field study of behaviour, hormones and parasites in free-living juvenile male black iguanas revealed a pattern of significantly lower levels of the primary reptilian glucocorticoid, corticosterone (B), in lizards infected with either ticks or blood parasites than in uninfected lizards. To clarify both the mechanisms underpinning this association and the interaction of social behaviour with B and parasites, we conducted an experimental study in which lizards were stocked singly in field enclosures in one of the following four treatments: (1) unmanipulated; (2) implanted with B; (3) implanted with saline; and (4) exposed to a conspecific intruder. We sampled B and blood parasite levels periodically over the course of 4 weeks for each treatment. Lizards that were infected with blood parasites on the day of capture showed a significant increase in B after captivity in the enclosures, whereas uninfected lizards showed no such response. Lizards that were exposed to conspecific intruders showed a significant increase in B relative to controls, and residents that engaged in low levels of aggression showed significantly higher levels of B than residents that engaged in high levels of aggression. However, none of the experimental treatments affected the likelihood of acquiring a new blood parasite infection.
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In vertebrates, immune function, glucocorticoid hormones and social behaviour are often correlated with one another, but in most cases the causal relationships underlying these associations are unclear. For instance, parasitic infection is often associated with elevated glucocorticoid levels in hosts (reviewed in Maier & Watkins 1999 ). This pattern is consistent with at least two alternative explanations. First, elevated glucocorticoid levels may render an individual more susceptible to parasitic infection. This explanation stems from the 'traditional' view that elevated glucocorticoids suppress resistance to all classes of parasites, bolstered by experimental evidence that elevated corticosterone can suppress particular immune responses (for examples, see reviews by Bly et al. 1997; Cohn 1997) . Second, glucocorticoid levels may increase after an individual has been infected by a parasite. Such an increase may mobilize host defences against the parasite, or, alternatively, the parasite itself may trigger elevated glucocorticoids in order to manipulate the host to the parasite's advantage (Barnard & Behnke 1991; Poulin 1995) .
The situation becomes even more complex when social behaviour is added to the mix. Numerous studies on many different vertebrate taxa have demonstrated that social interactions have a range of effects on glucocorticoids (e.g. Sapolsky & Ray 1989; Barnard et al. 1993 Barnard et al. , 1994 Barnard et al. , 1995 Cohen et al. 1997; Capitanio et al. 1998; Dreau et al. 1999) , and conversely, that changes in glucocorticoid levels affect social behaviour (e.g. DeNardo & Licht 1993; DeVries et al. 1995) . As a result, an animal's social interactions could (via their effects on glucocorticoid levels) affect its susceptibility to parasitic infection. Alternately, changes in glucocorticoid levels that occur as a consequence of infection might produce changes in social behaviour.
